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a hypertrophied systemic blood supply to the lung, and one of us,
Dr Rene Michel, has already shown that the PVR was increased in
the postobstructive bed. We believe that our animal model repro-
duces the pathologic changes observed in human postembolic
pulmonary vasculopathy. Local release of proinflammatory medi-
ators and angiogenic factors is likely because we observed an
increased production of vascular endothelial growth factor in the
acute ischemic lung (unpublished data; Fadel E, MD, 2000).
Dr Frank L. Hanley (Stanford, Calif). Dr Wechsler’s com-
ments notwithstanding, these observations may have more appli-
cation to many congenital problems in which we see iatrogenic or
non-iatrogenic occluded PAs that may need reconstruction after
long periods of complete occlusion.
In regard to the vascular resistance decrease, there could be 2
factors involved. When these arteries are occluded for long periods
of time, the conduit component of the artery becomes hypoplastic
because there’s no flow in it. If you reperfuse the artery acutely
with reanastomosis, those arteries don’t immediately achieve a
normal diameter, so there is going to be significant resistance along
the conduit portion before you get to the microvasculature. Do you
know whether your decrease in resistance is a result of gradual
reestablishment of normal diameter of the conduit component or
whether there are real changes in the small arterioles that lead to
the decrease?
Dr Fadel. This is a very interesting question. We agree that the
large PAs beyond the ligation site are hypoplastic, but we didn’t
find any difference in diameter of the small PAs between the
control, ligated, or reperfused groups. The distal PA bed seems
somewhat preserved and reperfused by the bronchial circulation.
However, PVR mainly depends on the distal vascular bed. So, we
believe that the decrease of PVR, after the decrease observed
postoperatively, is related to changes that occurred in the micro-
vascular system.
Dr Randall B. Griepp (New York, NY). Did any of these
animals have reperfusion pulmonary edema? And if they did, can
you say anything about how much media, how much musculature
in the media, was left in those animals that did have edema?
Dr Fadel. In this study, the lung was studied 5 weeks after
reperfusion, so we did not find any pulmonary edema in the
reperfused lung. In previous studies, we found a pulmonary edema
when the lung was studied immediately after reperfusion of the
ligated PA. We also found the same edema when the lung was
reperfused using an endarterectomy through the media of a previ-
ously obstructed PA by an adherent thrombus. We don’t believe
that the endarterectomy of the proximal PA bed could be respon-
sible for the pulmonary edema. Indeed, it seems a real reperfusion
edema.
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